Summary. Previous work demonstrated that glucocorticoids were able to initiate marked multiplication and hypertrophy of the mammary cell during pregnancy in rabbit, essentially when injected from day 19 onwards. In this report glucocortoid injections during pregnancy induced a drop of progesterone. However, this effect was not evidenced in early pregnancy and its intensity increased as pregnancy proceeded. It was concluded that this glucocorticoid action was mediated through a decrease of progesterone.
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Introduction.
Prolactin effects on the mammary cell are modulated by several hormones, including glucocorticoids which amplify some of these effects and progesterone which inhibits them (Denamur, 1971) . Data on the role of glucocorticoids are partly conflicting. Indeed, when injected in the rabbit at any time during pregnancy, these steroids can stimulate lactose synthesis, whereas they induce significant mammary cell hypertrophy only when injected from day 19 onwards (Denamur, 1964) .
These variations in response to glucocorticoids as a function of the stage of pregnancy have been considered to reflect the level of circulating prolactin, assumed to rise during the last third of pregnancy (Denamur, 1964) . A recent work demonstrated however that such a rise does not take place in the rabbit (Durand and which seems devoid of a potent placental lactogen (Durand and . Thus, at least in this species, the hypothesis mentioned above does not appear to be substantiated by the experimental data.
On the other hand, glucocorticoids provoked abortion in the rabbit when injected during the last third of pregnancy (Adams and Wagner, 1969) . Abortion was accompanied by a drop of progesterone level (Kendall and Liggins, 1972 ; Davies et al., 1976) , and injections of progesterone simultaneously with glucocorticoids prevented Total glucocorticoids were estimated by a method previously published and relying on binding to dog Cortisol Binding Protein (CBG) (Bosc and Fèvre, 1977) . In the conditions used, CBG did not bind progesterone, and CBG affinity for corticosterone was about one-half of the affinity for cortisol. Glucocorticoids bound to blood protein were determined after specific elimination of the free glucocorticoid by adsorption on activated charcoal (Heyns et al., 1967) .
Progesterone was estimated by a radioimmunoassay as described earlier (Bosc and Fèvre, 1975 (1974) . In the rabbit, progesterone is known to reach its maximum between days 14 and 16 of pregnancy. This maximum is followed by a slow decrease until day 26-28. Between day 28 and parturition, this decrease is abruptly accelerated (Challis et al., 1973 ; Hilliard et al., 1973 ; Baldwin and Stabenfeldt, 1974 ; Harrington and Rothermel, 1977) . Thus, it and spermidine (Houdebine et al., 19786) . The peak of glucocorticoids at day 29 is not accompanied by any hypertrophy of the mammary cell (Denamur, 1963a) . On the contrary, prolactin injected between days 24 and 29 proved to be less efficient, than earlier in pregnancy, for induction of hypertrophy as judged by the RNA/DNA ratio (Denamur, 1963b) . This suggests that the high glucocorticoid level prevents possible hypertrophy of the mammary cell, as in a similar situation when high doses of hydrocortisone acetate (7.5 mg/injection twice a day) are injected with prolactin into pseudopregnant rabbits (unpublished data).
Moreover, it appears that most of the hypertrophy takes place between parturition and day 10 of lactation, when the glucocorticoid level has returned to a relatively low value, progesterone has dropped and prolactin has risen (Durand and . This suggests that the glucocorticoid peak is not a major trigger inducing hypertrophy of the mammary cell in rabbit.
Hydrocortisone acetate injected into pregnant rabbits is able to induce a significant multiplication and hypertrophy of the mammary cell only after day 18 of pregnancy (Denamur, 1964 ). This appears to be related to the capacity of the glucocorticoid to decrease progesterone.
In addition, it has been shown in other species that this drop of progesterone may have led to a parallel enhancement of prolactin (Vermouth and Deis, 1974 ; Kann et at., 1978 Houdebine, 1977 ; Devinoy et al., 1978) . However, when associated with moderate doses of prolactin (12.5 IU or 50 IU injected twice a day into pseudopregnant rabbits) over a period of 5 days, hydrocortisone acetate (3.75 mg/injection twice a day) led to an increase of the mammary gland total RNA and DNA contents which were slightly but significantly higher than with prolactin alone (unpublished data). On the other hand, glucocorticoids proved to be involved in maintaining mammary gland activity and structure (Houdebine et al., 1978a 
